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spastic coronary segments in 31 patients undergoing sedal angiographio 
follow-up of vadant angina. Coronary angiograms and erg0novine provoca- 
tion tests were repeated at an interval of 45 months. While all 31 patients 
demonstrated a positive response to ergonovine initially, vasospastic respon- 
siveness persisted in only 16 patients at follow-up (Group 1) and resolved 
in the other 15 patients (Group 2). Mean luminal diameter of entire coronary 
AHA segments in a total of 170 normal or near normal coronary segments 
were measured, using a quantitative angiography analysis system (CAA$ 
II). In active vasospastio anginal period (initial and follow-up angiograms in 
Group 1, and initial angiogram in Group 2) basal tone was significantly higher 
at spastic segment than nonspastlc segments. In inactive period (follow-up 
angiegram In Group 2) basal tone was not different between previous pastic 
and nonspastio segments. The diagnostic sensitivity and specificity at 20% 
elevation of basal tone for the prediction of vasospasm were 77°/,, and 73%, 
respectively. 
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Coronary artery tone may change in proportion to the activity of variant 
angina over several years. Contrary to some previous studies, the estimation 
of basal coronary tone may be useful in the assessment of vasospastic 
activity in patients with variant angina. 
~ " ~  Eosinophil  Mediated Immunological Mechanism 
and inflammation In Vaeospastic Ang ina- -  Novel 
Coronary Risk Factor for Coronary Spasm 
SeiJl Umemoto, Nodko Minamlsono, Takahiro Iwami, Takahito Yonezawa, 
Akihisa FuJii, Takashi Fujii, Masunod Matsuzaki. YamagLchi Univ. Ube, 
Japan 
Vasospastic angina (VSA) is caused by corunary spasm. However, the mech- 
anism of VSA is yet unclear whether other mechanisms, such as inflammation 
or immunological mechanisms may cause vasospasm. In addition, recent 
studies suggested the mast cell-macrophage interaction and IgE-mediated 
atherosclerosis. To clarify the immunological mechanism in VSA, we com- 
pared hematologic values, blood chemical values, fibrinogen, C-reactive 
protein (CRP), and coronary risk factors such as cholesterol and HDL-C in 
VSA patients (pts) (n : 24) with those in stable effort angina pectoris pts 
(sAP, n : 17). 
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We also compared the relationships between all parameters examined 
and the severity in symptoms (mila; nitroglycerin (NTG) effective and short 
duration attack, n = 13, severe; NTG not effective, long duration attack and 
severe arrythmia, n = 11) in VSA. T':ero were no significant differences 
in coronary dsk factors, bo¢ly temperature, white blood cell court, CRP and 
llbrinegen between sAP and VSA. However there was a significant difference 
in eosinophll count between sAP and VSA. (sAP =, 108 :t: 48/ram a, VSA = 
254 -v 1141mm3; p = 0.0001). There were also significant differences both in 
fibdnogen p - 0.012) and eosioaphit (p = 0.0001) between mild (309 ± 82 
mg/dl, 178 + 69/mn~, respectively) and severe VSA (448 :t: 53 mg/dl, 344 
± 86/ram a. respectively). These results suggest that eosinophil-mediated 
immunological mechanism and inflammation may play an important role in 
the pathogenesis of VSA. In addition, eoslnophil court and fibrtnogen may be 
a detomlinant factor for the severity of VSA. 
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Vr~sospasm ay theoretically rupture plaque by compressing the atheroma- 
t;;us plaque. Nevedhe!ess, onset of myocardial infarction is uncommon in 
patients with vasospastio angina in contrast o unstable angina. Therefore, 
to clarify the differences of pathophysiology between two groups, we inves- 
tigated intralumlnal changes by coronary angioscopy. Twenty three patients 
with vasospastic angina and 24 with unstable angina were enrclled in the 
present study. Coronary angioscopy was performed at the site of coronary 
vasospasm immediately after drug induced or spontaneous coronzcy va- 
sospasm in patients with vasospastic angina and at the culpdt lesion within 
48 hours after an episode of pain at rest in those with unstable angina• Intima! 
injuries (intimal flap, ulceration, dissection, hemorrhage) were observed in 
the 8 patients with vasospastic angina and in the 14 with unstable angina 
(35% vs. 58%, n.s.). Xanthomatous plaques were observed in the 13 (54%) 
patients with unstable angina, but were not seen in any of the 23 patients with 
vasospastio angina (p < 0.001). White plaques were ,~een in all patients with 
vasospastic angina and in the 11(46%) with unstable angina (to < 0•001). In 
conclusion: 1) As lipid dch xanthomatous plaque is thrombogenic, the differ- 
ent character of plaque between two groups can account for the contrasting 
results of onset of acute myocardial infarction. 2) Although vasospasm may 
provoke intimal nJudes, less existence of thrombogenic plaque in patients 
with vasospastic angina does not induce the onset of acute myocardial in- 
farotion. 3) Angiosccpy can provide a new understanding of pathogenesis in 
coronary artery disease. 
V~'~'@ Altered and Circadian Variation of  Determinants 
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and Non-Q Wave MI 
Deven J. Petal, Diana R. Holdright, David Mulcahy, Chades J. Knight, 
Dabble Clarke, Christine Wdght, Henry Purcell, Kim Fox• Royal Brompton 
Hospital, London, UK 
Thrombosis and coronary vasospasm may play a greater ote in the genesis 
of transient myocardial ischemia (TMI) in unstable angina (UA) and non- 
Q wave MI (NQ) than increased myocardial demand and may therefore 
have a different circadian variation to TMI in stable coronary disease. Using 
continuous ECG monitoring, the heart rate (HR) changes prior to and onset 
of TMI, and its circadian variation were assessed in 256 patients with UA and 
NQ whilst on stsndardised therapy. A 5 beat HR increase 10 rain. pdor to TMI 
was defined as representing increased myocardial demand. 132 episodes of 
TMI occurred in 32 (15.1%) UA LOts, and 44 episodes in 12 (27.3%) NQ pts (P 
= NS), with a mean HR at onset of 67.7 ± 12.7 and 70.5 ± 13.0 respectively 
(P = NS). HR increased pdor to TMI in 45% of episodes in UA, and 41% in 
NQ (P = NS). TMI activity was greatest between 10 pm to 8 am in UA and NQ 
(P < 0.05), and was evident for silent TMI as well ~ symptomatic episodes, 
irrespective of the preceding heart rate changes. 
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Conclusion: TMI in UA and NQ is associated with increased myocardial 
demand in less than half of the episodes and occurs most commonly at night 
when pro-coagulant activity and vasomotor tone are increased. This has 
implications on the choice and timing of any additional therapeutic agents. 
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Quality of  Life Change== After Ang iop lu ty  
Gary S. Ledlay, William Hirec.h, Antoinette Dowds, Dawn ~ n ,  Morris 
N. Kotler. At#err Einstein Medical Center, Ten3~ University School of 
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PTCA has been shown to be clinically ~ective in pa~Its both with acute 
and chronl¢ angina. However, the alfoct of PTCA on Quality of Lifo (QOL) 
¢ltang~ in patients with acute or ctvor~ asgina has not baser evaluate. 
Therefore, the ~ Oulcomes Study (MOS.36), a well validated, quart- 
tttalJve tool 1o measure OOL was edministered to 113 consecutive pa3ents, 
